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ABSTRACT

metalloproteinases (MMPs) are the primary enzymes involved in extracellular matrix degradation of cartilage. The mechanism

The degradation of arthrodial cartilage is a typical characteristic in the pathogenesis of osteoarthritis. matrix

of MMPs in extracellular matrix degradation of cartilage is becoming clear with the in-depth study about MMPs, such as activa-

tion, activity regulation,related signal transduction pathways and transcription factors. This artice reviewed the activation, ex-

pression and regulation of MMPs in the related theory and empirical study of osteoarthritis cartilage.
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